level; prothrombin time; and activated partial thromboplastin time were within normal limits. Further prothrombotic testing results were as follows: fibrinogen 536 mg/dL , protein C activity 97% (70-130), antithrombin 3 activity 84% (80-120); prothrombin 20210 A mutation, factor V Leiden mutant, and homozygosity for the thermolabile variant of the methylene tetrahydrofolate reductase gene were inconclusive. Anticardiolipin IgG and IgM, and antiphospholipid IgG and IgM were negative. Lipoprotein (a) level was 64.9 mg/dL (0-30), and factor VIII level was 230% (53-70). C reactive protein and erythrocyte sedimentation rate were elevated: 7.55 mg/dL (0-0.80) and 77 mm (0-20), respectively. Consequently, anticoagulation therapy was commenced with enoxaparin and continued with warfarin sodium, and the patient was prescribed antibiotics for his urinary tract infection. He was also started a rehabilitation program composed of active and passive range-of-motion exercises, strengthening exercises for the extremities, posture and balance exercises, gait training, and occupational therapy.
level; prothrombin time; and activated partial thromboplastin time were within normal limits. Further prothrombotic testing results were as follows: fibrinogen 536 mg/dL (144-430), protein C activity 97% (70-130), antithrombin 3 activity 84% (80-120); prothrombin 20210 A mutation, factor V Leiden mutant, and homozygosity for the thermolabile variant of the methylene tetrahydrofolate reductase gene were inconclusive. Anticardiolipin IgG and IgM, and antiphospholipid IgG and IgM were negative. Lipoprotein (a) level was 64.9 mg/dL (0-30), and factor VIII level was 230% (53-70). C reactive protein and erythrocyte sedimentation rate were elevated: 7.55 mg/dL (0-0.80) and 77 mm (0-20), respectively. Consequently, anticoagulation therapy was commenced with enoxaparin and continued with warfarin sodium, and the patient was prescribed antibiotics for his urinary tract infection. He was also started a rehabilitation program composed of active and passive range-of-motion exercises, strengthening exercises for the extremities, posture and balance exercises, gait training, and occupational therapy.
The prevalence of increased factor VIII has been found to be 11% in the general population 1 especially in the non-O blood groups. 2 It is one of the most common leading causes of cerebral venous sinus (sinovenous) thrombosis in children, 3 and it is reported to represent a 5-fold increased risk for venous thrombosis compared to individuals with normal levels. 2 It has been reported that compared to controls, children with high factor VIII levels have a 5-fold increased risk for stroke. 4, 5 In 1982, Mettinger and Egberg suggested that high levels of factor VIII might predispose for thrombosis/atherosclerosis also in adults younger than 55 years of age. 6 In addition, it has been found to be responsible for acute coronary syndromes especially in men. 7, 8 More recent literature confirms
To the Editor:
A 47-year-old man was admitted for left hemiparesia, imbalance in walking, and incontinence. His medical history revealed 2 similar previous attacks that had resolved. The first episode had occurred 6 years ago with right hemiparesia and dysarthria, after which he had been given aspirin and pentoxyphylline. When the symptoms recurred 7 months ago, a thorough evaluation was performed, including cerebral perfusion magnetic resonance imaging (MRI) and cerebral perfusion scintigraphy, the results of which were relevant with ischemia of the left frontoparietal cortex. The lumbar puncture and Doppler ultrasonography (DUS) of the vertebral and carotid arteries were then normal. His medical history regarding stroke risk factors, including age, smoking, hypertension, diabetes, hyperlipidemia, and cardiac disease except gender, was unremarkable.
Current physical examination yielded weakness on the left side; normal light touch, pinprick, position, and vibratory sensations; and normal deep tendon reflexes. An MRI was consistent with acute ischemic findings in the right cerebral hemisphere, posterior frontal cortical area, and the right thalamus. Positron emission tomography and cerebral angiography, DUS of the lower extremities, and transthoracic and transesophageal echocardiography were normal. Serial DUS depicted occlusion of the right internal carotid artery initially, then it resolved during the follow-up. Laboratory evaluations consisting of complete blood count; renal, liver, and thyroid function tests; lipid profile; homocysteine
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Increased Factor VIIII and Ischemic Stroke Etiology / Erol et al 373 that factor VIII is significantly associated with stroke/transient ischemic attack in adults, and the risk seems to be somewhat higher in women. 7 On the other hand, relevant cases of ischemic stroke have rarely been reported in the literature except some anecdotal cases. [9] [10] [11] Thus, herein, we present our patient whose increased levels of lipoprotein (a) and factor VIII were considered to play a role in the causation of stroke; the former leading to the inhibition of fibrinolysis and the latter associated with a tendency for hypercoagulation. 12 Accordingly, we strongly suggest that factor VIII be included in the roster of laboratory evaluations for patients whose underlying stroke-related etiological factors have not yet been uncovered.
